number is NWIPB-2016-33.
107
The thirty mice were randomly allocated into six groups: sham operation plus were analyzed in triplicate and the percentage of activity was calculated as:
Kinetic studies were also performed based on the α-glucosidase assay described an NPT ensemble at 1 atm and 300 K. During the simulations, the long-range 157 electrostatic interactions were evaluated by the Particle Mesh Ewald (PME) algorithm.
158
The cutoff distance for the long-range van der Waals interaction was set to 8 Ǻ. The
159
SHAKE method was applied to con-strain the bond lengths of hydrogen atoms 160 attached to heteroatoms. The time step used for the MD simulations was set to 2.0 fs 161 and the trajectory files were collected every 1 ps for the subsequent analysis.
162
The interaction between inhibitor and each residue was computed using the The ability of erythritol to inhibit α-glucosidase was assessed. As shown in Figure   195 2, erythritol exhibited a strong inhibitory effect displaying an IC 50 value of 6.43 could explain the significant difference observed.
204
To determine the mechanism of inhibition kinetic studies were performed. For der Waals free energy, electrical free energy and non-polar solvation free energy were 250 sufficient to overcome the polar solvation free energy to promote erythritol binding.
251
To deepen our understanding on forces stabilizing the binding of erythritol to the 252 enzyme, we decomposited the free energy of the residues in the active pocket
253
proposed to interact with erythritol ( Figure 6 ). It was demonstrated that Asp 215,
254
Asp69 and Arg446 residues were likely to contribute the largest total binding free 255 energy. By decomposition, we found that these three residues provided a high 256 proportion of electrical free energy to promote erythritol binding in the active pocket, 257 which we propose is provided by hydrogen-bonds. Moreover, these three residues 296x419mm (300 x 300 DPI)
